Case report
Introduction
Hereditary protein C deficiency has recently been shown to carry a high risk of venous thrombosis and embolism.1-3 Most reports concern heterozygotes with a history of superficial thrombophlebitis, deep venous thrombosis, or pulmonary embolism, or a combination of these, occurring at a young age and without apparent cause. The clinical events in protein C deficiency are most probably related to the important role of protein C in the formation and degradation of fibrin. Protein C is a vitamin K dependent coagulation factor, which, in its activated form, is capable of inactivating the cofactors V and VIII C and of stimulating fibrinolysis.4-' In a search to clarify the clinical effects of protein C deficiency we,encountered two patients with this disorder suffering from venous thromboembolism as well as cerebral events at a young age, probably as a result of cerebral venous thrombosis. A third patient, who had a history of deep vein thrombosis and pulmonary embolism and who was protein C deficient according to family history, died of cerebral haemorrhagic infarction. We report on these three patients and discuss the implications for diagnosis and In 1969 a 34 year old woman was found beside her bed in the morning. She was unresponsive and restless and she vomited. She had a history of deep venous thrombosis, with pulmonary embolism in 1967, and had been taking oral anticoagulants since that time.
During the previous few months she had been complaining of severe headaches. On eamination she was semicomatose with right hemiplegia and restless movements ofthe left extremities. Protein -Cssays could not be carried out, but she was an obligatory heterozygote for the trait as both her sister and one of her dausht.rr-_ were protein C deficient. Their protein C antigen concentratons were 0-55 U/ml and 0-54 U/ml, respectively; their protein C activities 0 57 U/ml and 0-65 U/ml.
Discussion
So far we have studied 53 
